SUMMARY Twenty six infants with a congenital immunodeficiency, characterised by failure of their sera to opsonise heat killed bakers' yeast for phagocytosis by normal polymorphonuclear leucocytes, were studied during infancy to determine the frequency of infection and development of atopy. They were compared with controls, matched prospectively for birth date, sex, parental smoking, and atopy and in whom feeding patterns were similar. In 18 of 26 infants the serum defect persisted at age one year. The incidence of infection and atopy, was appreciably greater in the study group than in controls. The 8 children in whom the defect was transient had a similar incidence of infection but a higher incidence of atopy than controls. Eight of 26 mothers and four of 9 fatheis tested also had the serum defect, suggesting a strong genetic component. We support the hypothesis that immunodeficiency predisposes to infection and atopy, and that transient immunodeficiency predisposes to atopy.
atopy.
Failure of serum to opsonise heat killed bakers' yeast for phagocytosis by normal polymorphonuclear neutrophil leucocytes was first described in association with severe recurrent, often fatal, infection in infancy.' The defect occurs in 5% of the normal population2 3but is more frequent in atopic children4
and those with recurrent lower respiratory tract infection.5 Although it is hypothesised that these defects precede the onset of illness, there have been no formal prospective studies to corroborate this.
In a previous study we identified a population of infants who possessed the serum defect at birth. 6 The aim of the present study was to compare, during the first year of life, the incidence of serious infection and atopy in this previously identified group of infants with matched controls. Since a higher than expected proportion of infants studied (10 %) Blood was taken and sera stored at -70°C until examined. Yeast opsonisation activity was redetermined using the coulter counter method3 in the serum of all infants, their mothers, and some of the fathers.
Results
Fifteen infants in each group had at least one atopic parent (2 infants in the serum defective and 4 in the control group had 2 atopic parents); 14 had parents who smoked (both in 4 infants, the mother only in 2, and the father only in 8); 10 infants came from social classes 1 and 2, 12 from social class 3, and 4 from social classes 4 and 5. There were no appreciable differences in either the duration of exclusive breast feeding or the age of solids introduction between the infants defective at birth and the controls (Figure) . There were no notable differences in either birth- We were unable to match serum defective infants and controls prospectively for the duration of exclusive breast feeding or the age at which solids were first introduced, although these factors have both been examined for their association with the development of atopy and infection.1314 There were, however, no important differences between either of these variables when histories were taken at one year. Indeed, those in the defective group had slightly longer periods of exclusive breast feeding and delayed introduction of solids, both of which may offer some protection against development of atopy.
The higher incidence of infection in the group with a persistent defect in yeast opsonisation, when compared with controls, confirms the previously observed association between defective opsonisation and increased incidence of infection. The 
